Polyarteritis with Symmetrical Bone Cysts R C Bucknall MB MRCP (for A St J Dixon MD FRCP) (Royal National Hospitalfor Rhecumatic Diseases, Bath) E S, woman aged 43 History: Presented in January 1972 with pain in both calves, muscle tenderness and an ESR of 52 mm in 1 hour (Westergren) . Muscle biopsy demonstrated a florid necrotizing arteritis involving small and medium sized arteries. She commenced prednisolone 30 mg daily.
In May 1973 she developed loin pain due to renal calculi. Urinary calcium 725 mg in 24 hours (100-300); serum calcium 9.3, phosphate 3.6 mg/ 100 ml alkaline phosphatase 6 K-A units (3-13). The hypercalciuria was attributed to steroid therapy and the dose of prednisolone reduced.
In May 1974 she developed painful swellings in the skin of both legs. On examination: Hot tender nodules below right knee and above left ankle. Cushingoid facies. Normotensive. Investigations: Biopsy of nodule from left ankle showed a focal inflammatory infiltrate in the dermis, with a perivascular infiltrate but normal vessels. There were features of panniculitis with foci of inflammatory cells, foamy macrophages and fibrous bands extending into fat. X-rays of ankles showed cystic lesions involving the distal ends of both tibii and evidence of periostitis (an X-ray performed two years previously was normal). Similar osteolytic lesions were seen at the proximal ends of the tibiie and distal right femur where there was expansion of the intramedullary cavity and periostitis (Fig 1) .
She developed a discharge from the biopsy site over the ankle and injection of radiopaque dye into it showed free communication with an under-...~~~~~~~~~~~~~~~~~~~~~~~~~~~~~f ....... failed to isolate any organisms including fungi. Widal, Kveim, white blood count, serum amylase, serum and urine calcium and sternal marrow examination all normal. Treatment and progress: On the basis of one positive culture of proteus she received ampicillin for three months, the dose of prednisolone being continued at 15 mg daily. The lesions healed very slowly. In July 1975 she developed a recurrence of calf pain associated with elevation of ESR. Hydroxychloroquine 200 mg twice daily was commenced in addition to prednisolone. In September 1975 she presented with a tender swelling below the right knee. This discharged, proteus was again cultured and she improved on ampicillin which was subsequently replaced by co-trimoxazole, which continues at the time of writing (February 1976).
Discussion
We consider that the cystic lesions seen in this patient represent foci of bone infarction secondary to arteritis involving long bone nutrient vessels. An alternative explanation would be that they are due to an unrelated condition such as Weber-Christian disease or pancreatitis.
Panniculitis may occur in association with vasculitis in patients with systemic lupus ory-thematosus (Diaz-Jouanen et al. 1975 ) but bone involvement has not been described in this condition. Periostitis, but not cystic lesions of bone, have been demonstrated in patients with polyarteritis nodosa (Woodward & Andreini 1974) .
The part played by infection in this case is unclear. These lesions probably represent areas of multifocal infection secondary to infarction such as is seen in cases of sickle-cell disease with salmonella osteitis. The treatment of the polyarteritis may be relevant, prednisolone acting as an immunosuppressant predisposing to opportunistic infection.
Alternatively these lesions could be unrelated to the earlier diagnosis and treatment. Similar osteolytic lesions of long bones have been described as a feature of systemic Weber-Christian disease (Pinals 1970 , Goldberg & Ritzmann 1958 . Such bone lesions represent areas of intramedullary fat necrosis and are associated with fat necrosis in other tissues, including panniculitis. However, the histological appearance of the bone marrow with the presence of large macrophages is specific. Pancreatitis which may be silent in 10% of cases may exhibit lesions of fat necrosis in various tissues including skin and bone and similar radiological findings have been demonstrated (Achord & Gerle 1966 , Boswell & Baylin 1973 .
On the basis that the bone lesions represent complications of her underlying arteritis we have continued therapy with prednisolone. In view of the previous history of hypercalciuria this is being given in a smaller dose and supplemented by hydroxychloroquine as a mild immunosuppressive agent. This drug has been used with benefit in the treatment of patients with SLE complicated by panniculitis (Winkelmann 1970) .
For treatment of her recurrent infections we favour the use of short rather than long-term antibiotic therapy in order to avoid the development of antibiotic-resistant organisms. 
